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Letters to the Editor

Familial pancreatic adenocarcinoma and HLA-typing

Sir,
Familial pancreatic adenocarcinoma is a rare, but well-
described entity.'-3 It occurs in family members without
exposure to known aetiological factors and some genetic
factor seems likely. Despite this, the HLA-status of patients
with pancreatic cancer with first-degree relatives who have
developed the same disease has never been examined.
An 83 year old man with known problems of atrial

fibrillation, hypertension and carotid transient ischaemic
attacks presented with a one-week history of painless jaun-
dice, pruritus and dark urine. Large duct biliary obstruction
was suspected. Computerized axial tomography of the upper
abdomen showed gross intra- and extrahepatic bile duct
dilatation with a mass in the head of the pancreas. At
laparotomy, a fixed mass in the head of the pancreas was
confirmed and a palliative by-pass procedure performed.
Biopsy demonstrated moderately well-differentiated pan-
creatic adenocarcinoma. The patient died one month later.

Eleven years earlier, an older brother, then aged 75,
presented with painless jaundice, dark urine and pruritus.
Deep jaundice and a palpable gallbladder were found.
Diabetes mellitus was confirmed by glucose tolerance testing
and controlled by dietary management. Laparotomy showed
a large, fixed adenocarcinoma in the head of the pancreas. A
palliative by-pass procedure was undertaken. The patient
died 4 months later.
A genetic factor responsible for familial clustering of cases

has been suspected but never identified. Such a factor, if it
exists, may explain familial susceptibility to some car-
cinogenic agent(s). To date, none of the case reports or
literature reviews of this subject have examined the HLA-
status of these cases with familial clustering. The younger
brother's HLA type was Al, A3, B8, B40. Although earlier
work4 showed no evidence of an association of specific HLA
type with pancreatic cancer cases occurring in isolation,
HLA-analysis of familial cases might be more relevant if
there is a genetic link. Ifsuch a link existed, pancreatic cancer
might be predictable in asymptomatic first-degree relatives of
groups oftwo or more family members with this malignancy.
One study documented the deaths offour siblings in a sibship
of six' from pancreatic adenocarcinoma all in their seventh
and eighth decades. Case reports of three siblings5 and three
generations6 dying from this disease also exist. Danes and
Lynch7 described a father, son and two cousins aged between
51 and 69 years all of whom died from this disease.

Analysis of risk factors for pancreatic adenocarcinoma
was made in both cases. The older brother was diabetic.8
Neither brother had had pancreatitis,9 smoked'° or drank
alcohol or coffee to excess. " There was no known exposure to
toxic chemicals.'2 Both worked as farmers all their lives; the
risk among farmers is small but significant.13 There was no
history of increased incidence of other neoplasms in their
family. Both brothers lived in the same district but in separate
homes for more than 40 years.
We recommend HLA-typing in first-degree relatives of

cases of clustering of two or more family members with

pancreatic cancer as a means of identifying a likely genetic
link in familial susceptibility to this disease.
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Plasmodium vivax malaria presenting with urticaria

Sir,
Plasmodium falciparum malaria has been known to be
associated with urticaria,'12 but Plasmodium vivax malaria
presenting with urticaria is a rare association. We
encountered a patient complaining of two attacks of high
grade fever with chills and rigor, on alternate days lasting for
5-6 hours and each time associated with urticarial rashes. He
was given chlorpheniramine maleate and dexamethasone by
injection on the first day of fever, which relieved both fever
and urticaria. The patient had no history of fever with
urticaria or any allergic reaction in the past. On examination
he had a temperature of 104°F with tachycardia of 140 per
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minute and urticarial rashes all over the body with no other
positive finding. His blood examination revealed a normal
total and differential leucocyte count. There was, however,
asexual parasitaemia ofP. vivax. Urine, stool and X-ray chest
examination were normal. The patient was cured by a
conventional regime of chloroquine therapy with oral chlor-
pheniramine. The urticaria did not recur over 2 months of
follow up. The exact mechanism of urticaria in malaria is not
clear; a detailed study is needed for the possible
immunological processes responsible.
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